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background: Epicardial adipose tissue (EAT) is widely accepted to be an active endocrine and paracrine organ that influences key pathogenic 
mechanisms of atherogenesis. Early atherosclerosis, cell proliferation, and calcifying phenotype are all hallmark features of aortic valve stenosis (AS). 
A potential relationship between EAT and the pathogenesis of AS has never been explored. We aimed to study mRNA expression of osteogenic and 
inflammatory markers in EAT of pts with calcified AS.
methods: Total RNA was isolated from EAT biopsies obtained from pts operated for isolated severe AS (n.10); isolated coronary artery disease 
(CAD) (n.10) and both AS and CAD (n.6). First, mRNA levels of Collagen type 1 alpha 1 (COL1A1) and Bone Morphogenic Protein 1 (BMP1) were 
analyzed as osteogenic differentiation markers. Then, Interleukin-8 (IL-8) and CCL5 mRNA expression levels were evaluated as inflammatory markers.
results: Expression of osteogenic markers was significantly higher in presence of AS as demonstrated by increased mRNA levels of COL1A1 and 
BMP1. As regard inflammatory profile, EAT from pts with isolated CAD presented higher levels of IL-8, while EAT from pts with AS presented higher 
levels of CCL5 (Figure).
conclusions: Our preliminary results suggest that EAT might contribute to the calcifying phenotype of AS. Interestingly, EAT inflammatory profile 
seem to have different features in pts with CAD and in pts with AS.
